Features of pseudolymphoma Autoimmune disease Lymphoid infiltration of extraglandular sites Regional lymphadenopathy Florid follicular hyperplasia of lymph nodes Occasional progression to true lymphoma throughout its substance, 1-2 mm in diameter, and these on section showed an appearance similar to that of the abdominal lymph node (see Fig 1) . The initial report on the node described complete loss of lymph-node architecture with replacement by large and small pseudofollicles, composed of various types of lymphoid cells, and the pathologist favoured a diagnosis of non-Hodgkin's lymphoma (follicular mixed). Second opinion favoured a florid follicular hyperplasia without evidence of malignant lymphoma.
She is currently being treated with nonsteroidal anti-inflammatory drugs and plasmapheresis and remains in excellent health.
Discussion
Seropositive nodular rheumatoid disease with vasculitis is generally associated with a poor prognosis; evidence of an active autoimmune process, sometimes with circulating immune complexes, is often found. Hyperplasia of the lymphoreticular system may be considered a manifestation of this autoimmune activity. Lea (1964) has described a suggestive increase in rheumatoid arthritis in patients with lymphoma and there are many case reports of antecedent rheumatoid arthritis in patients with a wide variety of lymphoproliferative disorders, including giant follicular lymphoma (Cammarata et al. 1963) , chronic lymphocytic leukemia (Miller 1967 ), Waldenstrom's macroglobulinmmia (Miller 1967) and benign paraproteinwmias. Anderson & Talal (1971) have suggested that in Sjogren's syndrome there may be a wide spectrum of lymphoid proliferation, with lymphoid infiltrates confined to glands at one end and widespread lymphoreticular malignancy at the other. Robertson et al. (1968) found lymphadenopathy in 82% of rheumatoid patients compared with 52% of controls. Lymphangiography has generally been unhelpful in distinguishing rheumatoid lymphadenopathy from that due to other causes. The term pseudolymphoma (Table 1) implies that there is a group of patients with lymphadenopathy in autoimmune disease whose lymph-node histology, although grossly abnormal, does not fulfil the criteria for malignancy. Our patient would seem to fall into this group but the equivocal features of the lymph-node architecture, combined with the presence of possible extralymphatic deposits of lymphoid cells in the liver, suggest that one cannot be entirely confident of the diagnosis and that she may be developing frank lymphoma. All investigations including barium meal, chest X-ray, full blood count, ESR, liver function tests, electrolytes and urea failed to reveal a cause for the right deep venous thrombosis but bilateral venography to the level of the inguinal ligaments confirmed deep venous thrombosis in both legs.
The known association of carcinoma of the pancreas with deep venous thrombosis prompted laparotomy which revealed hypoplasia of the inferior vena cava, caudal to the renal veins but no evidence of tumour (Fig 1) . He was treated with oral anticoagulants. He subsequently presented in September 1975 with a mass related to the left internal carotid artery associated with a left recurrent laryngeal nerve palsy and left Horner's syndrome. A diagnosis of infectious mononucleosis was made by two positive monospot tests. Lymph node biopsy was noncontributary. The deep mass in the left side of his neck continued to grow in size ard a subsequent left carotid arteriogram (Fig 2) revealed a carotid aneurysm. He was thus re-admitted and the aneurysm of the left carotid artery excised.
This patient has presented a number of problems:
(1) Recurrent deep venous thrombosis for which initial investigations revealed no cause but which was subsequently found to be associated with congenital hypoplasia of the inferior vena cava. One of the earliest observers to stress the relationship between a malignant tumour of epithelial origin and venous thrombosis was Trousseau, in 1865. Thomson (1938) reported 3 cases where the presenting disability was thrombosis of the veins of the leg: subsequent post-mortem examination revealed carcinoma in the tail of the pancreas in one patient and of uncertain origin in another; carcinoma of the stomach was demonstrated by X-rays in the third. In a series of over 4000 postmortem examinations, Sproul (1938) reported a 30% incidence of venous thrombosis in 47 patients dying from carcinoma of the pancreas.
The embryology of the inferior vena cava is complicated: it develops from three pairs of veinswhich, by a process of anastomosis, hypertrophy and atrophy, eventually form the single rightsided inferior vena cava. Abnormalities of development of the inferior vena cava are not uncommon and in the present case the narrowed segment caudal to the renal veins and the subsequent stasis in the veins of the lower limbs may well be the precipitating factor in this man's venous thrombosis.
(2) Isolated nerve lesions affecting the III, IV, VI, VII and XII cranial nerves have been reported in association with glandular fever; there are no reports of laryngeal nerve palsy or Horner's syndrome in this disease.
(3) Most carotid aneurysms develop from atherosclerotic degeneration or trauma. Syphilitic and mycotic aneurysms are decreasing in frequency as infectious processes are better controlled. Congenital aneurysms of the extracranial carotid arteries are rare and there have been only 2 such cases reported up to 1972. The close anatomical association of the internal carotid artery with the vagus nerve and sympathetic chain suggest that direct pressure of the aneurysm is the most likely cause for the nerve lesions seen in this man.
Conclusion
To summarize, a patient is reported who has congenital hypoplasia of the inferior vena cava, a carotid aneurysm and intercurrent infectious mononucleosis. This confusing collection of conditions was brought to light by a presenting left and then right deep venous thrombosis of the legs. A housewife aged 30 presented in December 1973 with a two-year history of weight loss, flatulence, nausea, intermittent vomiting and diarrhea consisting of up to ten bulky stools a day. She was extremely emaciated, weighing 39 kg. Her tongue was smooth and she appeared anemic.
Investigations revealed a picture of malabsorption with evidence of megaloblastic anemia, hypoalbuminmmia and hypocalcimia (Table 1) . A peroral jejunal biopsy showed total villous atrophy characteristic ofcceliac disease.
A gluten-free diet was instituted upon which the patient showed progressive clinical, hmematological and biochemical improvement (see Table 1 ) with an overall weight gain of 18.6 kg. Repeated jejunal biopsies over the succeeding 25 months (Fig 1) demonstrated a return to normal of the histological appearances, reflected by an increase in the villous and epithelial surface cell heights. December March February 1973 1975 1976 Meanvillousheight±s (1962) first drew attention to the association of reticulum cell sarcoma with adult coeliac disease. Since then, it has become widely accepted that malignancy, be it lymphoma or carcinoma, is a specific complication of celiac disease.
Three-quarters of the lymphomata are of the reticulum cell variety, the remainder being largely Hodgkin's disease. Only one-third do not involve the intestinal wall; wholly extra-abdominal disease, as in our patient, is uncommon (Harris et al. 1967 , Cooke 1970 . Table 1 H2matological, biochemical and serological improvement following gluten withdrawal December 1973 May 1974 July 1974 November 1974 March 1975 February 1976 Hb (g/dl) 8.8 7.9 8. 
